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Introduction
▪ Acute myocardial infarction is a leading cause of morbidity
and mortality in the world. Reperfusion strategies are the
current standard therapy for acute myocardial infarction
(Neri, 2017).
▪ Most clinicians assume that ischemic injury terminates with
return of spontaneous circulation (ROSC). However,
according to Ibáñez 2015, damage inflicted on the
myocardium during acute myocardial infarction is the result
of two processes: ischemia and subsequent reperfusion
(Ibáñez, 2015).
1. Ischemia: the occlusion of blood flow to the tissue can be
detrimental to the heart due to its high energy demand
(Zhou, 2015).
2. Reperfusion injury: Reperfusion strategies may, result in
paradoxical cardiomyocyte dysfunction and worsen tissue
damage. (Neri, 2017).

▪

▪
▪

▪

Effects of Reperfusion Injury
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The manifestations indicated below start occurring during
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▪ Ventricular arrhythmias
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▪ Leukocyte adherence and extravasation
▪ Intravascular platelet and erythrocyte aggregates
▪ Capillary destruction and hemorrhage
▪ (Heusch, 2017).

